Amyloidosis, either generalized or localized, can affect the upper or lower respiratory tract. Amyloidosis of the larynx, trachea, and bronchi is well known and has been the subject of many reports (Whitwell, 1953; Prowse, 1958; Heiner, 1968; McGurk, 1968; Spencer, 1968; Attwood, Price, and Riddell, 1972) . Amyloidosis of the lung parenchyma occurs in two different forms, the nodular type and the diffuse alveolar septal type. Although postmortem examinations frequently reveal small foci of amyloid in lung parenchyma which are of no clinical significance, amyloidosis can occasionally form single or multiple nodules or a diffuse pulmonary infiltrate that will draw special attention and will require medical management. Thus far, about 30 to 40 cases of isolated multiple or solitary nodular pulmonary amyloidosis (Whitwell, 1953; Prowse, 1958;  Duke, 1959;  Condon, Pinkham, and Hames, 1964; Cotton and Jackson, 1964; Fors and Ryden, 1964; Firestone and Joison, 1966; Hayes and Bernhardt, 1969; Zundel and Prior, 1971; Dyke et al., 1974) and less than 15 cases of diffuse alveolar septal amyloidosis (Larsen, 1930;  Sappington, Davie, and Horneff, 1942; Bruno and Ober, 1968;  Thomsen, 1968; Gonzalez-Cueto et al., 1970; Crosbie et al., 1972) Weiss (1960) , and Fors and Ryden (1964) , and so a further review of these cases is not necessary here. In brief, the disease tends to affect patients in an older age group. The average age of the 30 well-documented cases was 68 years. Two-thirds of those patients were over 60, one-third were older than 70, and the overall age range was 38 to 95. No sex predilection has been noted. The majority of patients were free of symptoms, and pulmonary function tests have shown no evidence of impairment of gas transfer. These patients were generally discovered by routine chest radiographs which were interpreted as either metastatic neoplasm or miliary tuberculosis. The histopathology has been presented in detail by Weiss (1960) . The most prominent features are the presence of amyloid, calcification, dystrophic bone formation with plasma cells, histiocytes, lymphocytes, and multinucleated giant cells. The intimate relationship between amyloid and plasma cells is well known, and it is thought that plasma cells play a role in the production and perhaps also in the degradation of immunoglobulins (Glenner, 1973 In the present case, intensive investigation showed no evidence of extrapulmonary amyloidosis. The isolated nodular type of amyloidosis is an entity quite distinct from the diffuse alveolar septal type of pulmonary amyloidosis. The latter is usually associated with overt multiple myeloma (Crosbie et al., 1972) or primary amyloidosis (Larsen, 1930; Sappington et al., 1942; Bruno and Ober, 1968; Thomsen, 1968) , although a primary form without concurrent disease has also been reported by Zundel and Prior (1971) and Gonzalez-Cueto et al. (1970) . The histological pattern of diffuse alveolar septal amyloidosis is entirely different from that of the isolated nodular type. The amyloid infiltration is diffuse, involving almost every alveolar septum. The amyloid is deposited around capillaries and within the interstitial tissue, ultimately obliterating alveolar capillaries. Grossly, the lungs are free of nodules but are bulky, rubbery, and heavy. There is apt to be a prominent inflammatory infiltrate similar to that found in the isolated nodular type. Patients usually die of respiratory insufficiency secondary to the extensive diffuse interstitial amyloid infiltrate.
The tinctorial characteristics of the amyloid are identical in both types of pulmonary amyloidosis, but the anatomical distribution of the amyloid leads to different clinical courses. The isolated nodular type is usually discovered incidentally and is nearly always misinterpreted as metastatic neoplasm or miliary tuberculosis, whereas the diffuse alveolar septal type is usually thought to be an inflammatory infiltrate or pulmonary oedema. In the present case, as in previously recorded cases, the amyloid infiltrate produced no signs or symptoms, whereas typically the patient with diffuse alveolar septal amyloidosis experiences severe respiratory difficulty with disturbed gas transfer. Isolated nodular amyloidosis, although untreated, has not led to death in any of the reported cases. On the other hand, patients with the diffuse type, as reported by Sappington et al. (1942 ), Crosbie et al. (1972 and Gonzalez-Cueto et al. (1970) , all died of respiratory failure. Thus involvement of the lung by diffuse amyloidosis should always be suspected in a patient with multiple myeloma or primary generalized amyloidosis who develops respiratory insufficiency. The clinical differences between the isolated nodular pulmonary amyloidosis and the diffuse alveolar septal type are summarized in the Table. The pathogenesis of amyloidosis is not well understood. The intimate relation between the Bence-Jones protein and M-protein and amyloidosis has been emphasized by Osserman, Takatsuki, and Tatal (1964) , Isobe and Osserman (1974) , Glenner (1972 Glenner ( , 1973 , and Glenner, Ein, and Terry (1972) , and the frequency of generalized amyloidosis in multiple myeloma has been reported to be as high as 20%. Although amyloidosis in myeloma patients usually involves many visceral organs, the lung is nearly always spared. Twenty-seven well-documented cases with plasma-cell dyscrasia have been studied by Osserman et al. (1964) , and none of the cases showed deposition of amyloid in the pulmonary parenchyma. However, once the lung is involved in multiple myeloma or primary amyloidosis, the clinical course is rapid and the patient dies of respiratory failure within a few months.
The general resistance of the lung to amyloidosis remains unexplained but may be due in part to the fact that the lung has considerable capacity for protein resorption, as evidenced by the rapid resorption of protein-rich oedema fluid. Since the presence of high levels of Bence-Jones protein or M-protein alone does not usually result in pulmonary amyloidosis, the occasional occurrence of pulmonary amyloidosis in multiple myeloma must depend also upon local factors in the lung, such as break-down of capillary integrity or At least one case of isolated nodular pulmonary amyloidosis has been associated with the macroglobulinaemia of Waldens'trom (Spencer, 1968) . Although neither the present case nor previously reported cases have shown the presence of Mprotein or Bence-Jones protein, it is possible that the amount of abnormal protein in plasma is too small to be detected. It may also be the case that the amyloidogenic protein in these patients has been rapidly deposited in the lung so that the concentration in blood remains low. Thus it may be that both types of pulmonary amyloidosis have a similar pathogenesis and that the difference in clinical course and in anatomical distribution of amyloid depends chiefly upon the rate of deposition of amyloid which is in turn dependent upon the concentration of abnormal protein or amyloidogenic protein present in the blood stream of the affected patients. 
